WHEN one uses the terms normotension and hypertension one must realise that the distinction between the two is arbitrary and artificial. We know that the blood pressure readings rise slightly with increasing age and scales of acceptable figures Age 35-39 ,, 105-140 ,, 65-90 A gentle rise in the diastolic pressure over a period of 20 years, yet all within normal range. It is also acknowledged that variations occur in the same individual throughout the day and can be affected by a variety of circumstances. Nevertheless the obstetrician is so well aware of the dramatic variations which take place in pregnancy that he must of necessity draw arbitrary lines between normal and raised pressures and further subdivide the raised into mild and severe elevations in order that he may observe what happens and learn how to deal with them. There are a great many different possible causes of hypertension in pregnancy.
It may be secondary to phaeochromocytoma, or coarctation of the aorta or it may 'be a 'legacy of acute or chronic nephritis, or be a part of Cusghing's syndrome and all of these will have to 'be considered if the hypertension is severe, say 170/100 and upwards when the patient first presents. These disorders are rare however and for the most part all we can say is that a certain number of women have an elevation of their blood pressure above our arbitrary standard of normality, without there being any discoverable cause -for it. It may be familial or have'been acquired in childhood possibly by undiagnosed pyelonephritis. Most observers acknowledge that about 10% of women are with these reservations classifiable as being hypertensive, and further that an additional 15% will develop their hypertension in pregnancy. These two groups are usually designated 'chronic hypertension' and 'preeclampsia'. Browne (1956) believes that pre-eclampsia unmasks a familial tendency to hypertension. Robert Platit (1958)'s classic case of hypertension in identical twins, one a multipara and one a nullipara supports this. Epstein (1964) however went further than this and showed that pre-eclampsia actually predisposed to hypertension. Gibson and Platt (1959) similarly found higher blood pressure readings 4 years after pre-eclamptic pregnancies, than would have been expected.
A leader writer in the British Medical Journal (1965) concluded his summary of 'Pregnancy Toxaemia and Hypertension' with the question 'Are words and their meanings obscuring the truth?' Again in the same journal (1961) 'A misnomer can hardly ever be eradicated. In this same field the archaic and confusing terminology of the so-called 'toxaemias of pregnancy' 'has persisted over the years though it has done little other than provide this aspect of obstetrics with an aura of obscurity'. Pickering has recom;mended ithat the term 'toxaemia of pregnancy' 'be abolished. Lance Townsend '(1959) concurs. In the author's view pre-eolampsia is acute hypertension. In some cases it unmasks a chronic hypertensive tendency, in others it produces it. The terms pre-eclampsia and toxaemia are ripe for eradication.
Diagnosis
If we are to compare the normotensive with the hypertensive we must adopt an arbitrary and personal standard. I personally use the figures of 130/70 which were suggested by F. J. Browne in the 1930's. He is supported in this by Hahn (1952) who reported a mean reading of 117/67 at the age of 15 in an extensive study of schoolboys and 'by Robinson and Brucer (1939) reporting on blood pressure readings from 11,000 persons and stating that the normal range of the systolic blood pressure was from 90-120 'mm. Hg 'pre-eclampsia' by means of renal biopsy, and found 5 to have chronic glomerular nephritis, 2 nephrosclerosis and 2 to have normal renal histology; 5 had the 'toxaemic glomerular lesion' described by Pollak, and they state that the 'toxaemic glomerular lesion differs significantly from all other'categories of patients'. 'It is characterised by constricted glomerular capillary lumina, caused primarily by increase in the cytoplasm of the glomerular endothelial cells'. Pollak observed that this change, unlike other renal pathology, was reversible. On this evidence the kidney is ischaemic in acute hypertension, and the question to be answered is why? Sophian's (1953) suggestion is that the uterus resists being stretched and that the ischaemia is produced refiexly. To some extent iSophian too has 'been a victim of his own nomenclature in coining the phrase 'Utero-Renal Reflex' for many have shown, amongst them Benjamin and Craig (1961) , that it can occur in advanced extrauterine pregnancy. But why not? The tube is morphologically part of the uterus. The author has also observed all the manifestations of acute hypertension, as a post-operative complication where much blood had spilled into the peritoneal cavity. Perhaps "renal-reflex" would have been a better term. Acute hypertension is virtually the prerogative of the primigravida. 37 out of 45 primigravidae with multiple pregnancy in the author's series developed acute hypertension, a very high proportion. Increasing suppression of urine is a 'feature of the disorder, as is the diuresis which follows delivery. The work of Browne and Veal on the myometrial blood flow and of Dixon, Browne and Davey (1963) on the chorio-decidual circulation lends support to tb'-concept that the uterus is tense. Furthermore the blood pressure falls after delivery and it is acknowledged to fall when the baby is dead, and liquor production presumably ceases and liquor is in fact concentrated. What is not yet acknowledged is that the blood pressure falls and proteinuria diminishes when the baby is dying in utero, but if this is a valid observation, and I believe it to be so, then we have an easy clinical method of telling when the baby's life is in jeopardy, always provided that the patient has not been given hypotensive drugs and diuretics which may produce the same picture, yet without affecting the outcome.
Why some 15% of apparently normal women should have a uterus which is unable to fulfil its function without causing renal ischaemia is another problem. Duncan, Baird and Thompson (1952) Broadly speaking the charts will show one of four trends, after the initial settling has occurred.
1. The pressures may gradually rise together with the quantity of albumen passed. (Fig. 1.) 2. The condition may be static and the record a horizontal one. , (Fig. 2.) 3. The pressures may first rise then fall. (Fig. 3.) 4. The records may show a fall from the start.
On Sophian's theory these can be interpreted thus. 1. The baby is growing, and liquor production is normal. The uterus is being increasingly stretched. 2. The baby is not growing though it is alive. Ultimately it will be seen to be 'small for dates'. 3. and 4. mean that the baby is dying, the liquor is not being produced, is in fact being absorbed and the tension in utero is lessening. This is why with reservations I personally advocate no hypotensive drugs Ibeing given, or diuretics either. Furthermore Dixon and others have shown that hypotensives do not affect the choriodecidual blood flow. Agar, Barrett and Exley (1958) noted the failure of ganglion-blocking agents to produce improvement, and noted fatal ileus in a premature baby probably attributable to the mecamylamine which had been given. In fact all observers state that hypotensive drugs do not improve the prognosis for the child. Watt and Philipp (1960) recording five cases of intra-uterine death while their patients were being given diuretics noted that the blood pressure had fallen and the oedema had lessened and they came to the conclusion that 'two valuable signs of toxaemia of pregnancy are minimised or lost while the toxaemic process continues.' MacGillivray, Hythen, Taggart and Buchanan (1962) showed that sodium diuretics had little effect on the progress of the disease. More recently, however, methyldopa has been shown to be beneficial in some series (see Hamilton, p. 195 
